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CLINICAL PRACTICE

ZERBEF R BN RIS E &5 172894]

, 300170 METHODS: The clinical data of 289 HBV infection = # & % #
’ ’ ' : 300170 patients with ACLF were retrospectively analyzed.
(973 ), No.
2007CB512801 No. 20082 X 10002005 RESULTS: The most common cause of ACLF in
’ O.NO. o5vFszsrozsoo  HBV infection patients was HBV infection and
, No. mutation (50.52%). The other six predominant
06YFIMJC13100 ) causes of ACLF included nonviral infections
' ' (24.57%), bleeding (4.50%), drug use (4.15%), di- '
; ; arrhea (3.46%), alcohol use (2.42%), and hepatitis
300170 E virus (HEV) infection (2.42%), respectively. Of
83 | ' ' ’ ' 289 patients, 80.28% ranged in age from 40 to 70
hanté%?;@;izfl-ggg; S years old. After treatment, the improvement rate
T 009-08-31 . 2009-10-27 was 45.33%, and the mortality rate was 44.98%.
1 2009-11-02 1 2009-11-08
CONCLUSION: HBV infection and mutation are
the most common cause of ACLF in patients with
Causes and clinical outcomes HBV infection. The improvement rates achieved
of acute-on-chronic liver failure in patients with ACLF induced by HBV, HEV and
in patients with hepatitis B autoimmune hepatitis (AIH) are higher than that
virus infection: an analysis of in patients with liver carcinoma-induced ACLF.
289 cases Key Words: Acute-on-chronic liver failure; Hepatitis
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A A A Tl e R A P TR B A RS, LA
e D RERE G M e VR . K EE N
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5 (4 32 B0 DR I R0 R (R 22 HBY), HoE:
2 BRI TR Can 2 A2 18
ST EE ) (acute-on-chronic liver failure, ACLF)
S8 SN PE IHR (SE T2 W sl R 12 W kAl 1,
SR R, i AR I N B ATEEIAL RS, 4 wk
PN R KRS i . ACLFATS i 3 1
5y g H LRI, JEAP L —HBVIE A EACLF
JHF 562 3 B0 182.80% . AN SO A AR FRBMILIA
Bt LTI R IR ACLFEEIGIK PR}, X H 7
PRI S YA T 70 #

1 RRT5A
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B, Nik289M, v B214%51, L7565, ik
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P25 23 IR 27 oy 23 T D e ity 5 N 244
FHABEE 223 0T 2 O S ARG S5 N T2 2 B
HilEr) HIhREREHI2Y T arE) , ACLFAEgE
JH S b, J N R AR D e AR IR I R R
PMEIHLT 2 =171.1 pmol/L XPTA<40%)"; (2)
NS 75 FIRACLFZ W HAA I 2 AU 41
SR QYEIAHE bt FEIRAIE LF e, H-DhRE
B S AP (ALT ST BT 2 R KT R F#50%
PAb), HIGW]BRahE iR er s, mainyr &
BALIRAAE 538 AN (ALT S I S LT3R5
JEIKAF R BEAS L 50% L HTINE), BEDI1 moAAE
TR A A8 AR B  H BE 1 mo BT 38 W AET .
122 D B OMERE SR %5 I ACLF

W PR 4 IFHAV. HBV. HCV. HDV.
HEV. B8RP IR0E . Wi, WIR
T MHIE . R IR I A IR Y T AGIE
iy Y FE IR MR 259 Joh ). IS .
WikE P LS s iR JFFoi R IR T
Feitg). SR IR H S R MR (R
H G Bt 28« Rl B D P Ay e P A
1) BHA S5 40 LR SR 299 #5353l S YMDD
A A5 AL AR A5 155 TR B DR 3 DI IR
BORMEAT B (S5 A 9 P AT 49 I 3238 Ay
JEPIR S R, A3 AL BB R AL 36
TR 9, HCVE ¥ Y1k, JL 208 75
DAL 90 R v AT H L BEYE RHB VG 3, 1A
& BB AL, 2460 H 43 il [ IS A7 T A T L I %
ARS8, TR NS 4 HANHAV. HDV 4
U, BEOR . ARAE &5 4 BUIR TE AT RE #2481, L0
V&Y R ESCLRIT -9}

HISPSS17.08 AT ek 30 55
Fisherffi V2L 4001 2% 70 b, P<0.05% /8 BA
ik

2 ER
2.1 Fefe I 12891, Horp & I

554, A AR R 7, PIBYRT R 3B, FE AL
K TR R & 16, WOREE R, 5Lt h
2.85 1 1, Horh #1314, FET13041, A #x284,
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ACLFEEIERINE, 5 FE B 1)50.52% (3
HYMDDAE 52611, 45 A% T 2R3 41), sk
SN R IR ARG WL, 24
Y. 875, Wik, HEV. . &, A%
eV ARG A4, AR, TR
FFR 5 dr: 24.57%. 4.50%. 4.15%- 3.46%-

2.42%. 2.42%. 2.08%+ 2.08%-. 1.73%-

0.69%-+ 0.69%- 0.35%LA}0.35%, Frf i A
t, SRR R TBACLFAA T R &
(83.33%), 1M & B & S VE-Wi FTHE V 4§ %
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| 1 2002-2009FH B BAFKEHACLFRAIERR & 2 2002-2009F B2 BT H ZACLFRHIHBeAg A
=N %h. HBV DNAKIE (copies/mlL, log10) )
HBV
BREER n MIRKEL(%) FRFCE(%) IBEEER(%) BREK n  HBVDNAImean=SD) &3kl HBV
HBV 146 5052 4452  46.58° HBeAg(-) 185 451+ 1.69° 79
YMDD 26 9.00 57.69 34.62 HBeAg(+) 104 5.33+ 1.63 51
1.04 3333 33.33 289 4.81+ 1.71 130 ACLF
HEV 242 2857  71.43°
HAV 0.35 0.00 100.00 %p<0.001 vs HBeAG(+) .
HDV 1 035 100.00 0.00
71 2457 59.15  39.44
& 3 2002-2009FFH R BT R SFHACLFFBIHBY
13 450 53.85 46.15
DNAJKYE (copies/mL, log10)
12 415 3333 41.66
19 346 10.00 50.00
7 242 1429 57.14 BRRR n HBV DNA
6 2.08 83.33 00.00 YMDD 263 4.70+ 1.68°
6 2.08 0.00 66.66 YMDD 26 5.88+ 1.70
5 173 2000 80.00° 289 4.81+ 1.71
2 069 50.00 50.00
2 0.69 50.00 50.00 5P<0.001 vs YMDD
289 100.00 44.98 4533
TG T FECLRTERT A BTIEAL S an s, 1e
%pP<0.05 vs

50.00%. HBVIEZ) &AL 746.58%. THAGIE H 1L
46.15%- Zi¥)41.66%. AL #1H I G439.44%.
JH0.00%, JT A7 75 PRI v AN 5] 375 DS 4 U TR) 2R 4T
Pk, HEV. HBVIEsh KA. H SRtk
JH- i BLA CLF U 4% 2 i T T 3UA CLF 4 % ¢
(P =0.016, 0.027, 0.015, P<0.05, #1); MFEAH
HBeAg(+)£# 1044, HBeAg(-) & #1851, #
HZ[AIHBV DNAJKV-Z A LA 22 e vt 2
(= 4.02, P<0.001), AT LLIN KA ZHUATF K I
R ACLFH# T HBeAg(+)# BHBeAg(-) % HBV
DNAJKF iy, (HSE24120 T2 (Al b 22 R e vt
S (= 1.048, K2).

2.3 YMDD SRS ER6, L YIDD 14
%, YVDD 8], YIDD+Y VDD 4%, HAET %
57.69%, IEYMDDAZ F4IHBV DNA(4.70+1.68
copies/mL, log10), YMDDZZ 5#41HBV DNA(5.88
+1.70 copies/mL, logl0), 474l 544 4l
HBV DNAJK VLA, 2= gevt22 s (e = 3.43,
P<0.001), YMDDZZ 5+ J5HBV DNA /K1 5 (#43).
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iy RAE RV E AN BN, Ngi e %18, ()
g 5% HAV. HCV. HDV MHEVI&JL, &
e W FF 73 7 B G 2 R A B AT 30 0 1) T iR
K, HHIEHAV. HCV. HDV XHEV A 451 518
Pk LTIFF R IR AT 11.40% 9.60%- 1.80%
}:30.10%", AREARHEVIFHZT1.43% 0T Bk
KU, X8 5 ARG YR A G 3)3H
G IR R R A1) o LB R A FFACLF%
[K124.57%, I 4% 5 3o R AR TR, AR EAE
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